hypoglycaemic agents (currently glipizide). He had angina, bilateral background diabetic retinopathy and sensorimotor neuropathy but his kidneys were unaffected. There had been no hyperglycaemic emergencies and he had never received insulin. Diabetes in his mother and elder brother had been controlled with oral hypoglycaemic agents. On admission he was afebrile and normotensive but tachypnoeic. Chest examination suggested right lower lobe pneumonia. He had a neutrophilic leucocytosis and blood glucose was 28 mmol/L. When diabetic ketoacidosis was suspected, urine dipstick revealed heavy ketonuria, and metabolic acidosis was confirmed by blood gas analysis (Table  1) . Chest X-ray revealed right lower lobe pneumonia and an electrocardiogram (ECG) showed inverted T waves in anterior leads. On the basis of ECG changes and serial cardiac enzymes he was diagnosed as having painless subendocardial myocardial infarction as well. Treatment was with intravenous fluids, insulin, cefotaxime and potassium. After forty-eight hours he was switched to oral cefaclor and subcutaneous Mixtard and he was discharged after ten days in hospital. He has done well with insulin during 12 months of outpatient follow-up. Case been diagnosed on routine examination 3 years earlier and controlled with diet and oral hypoglycaemics (currently gliclazide). There was a strong family history of non-insulindependent diabetes mellitus (father, one brother, one sister, one daughter) and she had never experienced a hyperglycaemic emergency or received insulin. Chronic diabetic complications were bilateral proliferative diabetic retinopathy, sensorimotor and autonomic neuropathy (postural hypotension) and diabetic nephropathy in the stage of microalbuminuria.
On admission her temperature was 39.50C and examination revealed tenderness in hypogastrium and right loin. She had a neutrophilic leucocytosis; blood sugar was 32 mmol/L; and urine showed heavy ketonuria. Arterial blood gas analysis indicated severe metabolic acidosis (Table 1) . Escherichia coli was isolated from blood and urine, the source being pyelonephritis. She was treated with intravenous fluids, insulin, cefotaxime and potassium. After four days the antibiotic was changed to oral and was continued for a total of fourteen days. She was discharged 2 weeks after admission, symptom-free, on subcutaneous Mixtard. COMMENT The terms insulin-dependent and non-insulin-dependent are used to signify whether extraneous insulin is needed to prevent ketosis, coma and death24. In the first, lack of insulin is due to autoimmune destruction of fl-cells of the pancreas; in the second the key factor is thought to be resistance to the peripheral action of insulin. A small amount of insulin is required to prevent ketosis while a much larger amount is required to control hyperglycaemia1. That is the reason why patients with non-insulin-dependent diabetes develop non-ketotic hyperosmolar coma under severe stress whereas insulin-dependent patients get diabetic ketoacidosis. Both our patients had longstanding non-insulin-dependent diabetes, and it was severe systemic illness that precipitated ketoacidosis. How can we account for this? A likely explanation is that their fl-cells were burnt out by the constant stimulus of hyperglycaemia over several decades. In physical stress, free fatty acids increase because of lipolysis secondary to excess counter-regulatory hormones. With relative lack of insulin this can be enough to precipitate diabetic ketoacidosis. These two patients face the hazard of further diabetic ketoacidosis when they come under physical stress next time perhaps a lesser stress. While there may be a case for resuming sulphonylureas, metformin is certainly a drug to avoid because of the hazard of fatal lactic acidosis. The cases also remind us of the importance of routine examination of urine in patients with diabetes mellitus under physical stress. Detection of ketones in the urine is a cue to arterial blood gas analysis even if diabetic ketoacidosis is not apparent clinically. Preservation of the length of the thumb is essential for function. Wrap-around flaps, pollicization, distraction lengthening, composite free flaps and toe to thumb transfers are all acceptable methods in the restoration of thumb function. Here we report a case in which loss of the soft tissue including the nail and nailbed of the distal phalanx of the thumb, but with preservation of bone and flexor pollicis longus tendon, provided a difficult reconstructive challenge.
Soft-tissue thumb reconstruction

CASE HISTORY
A woman age 54 had a right thumb pulp abscess treated by incision and drainage at another hospital. Material sent for microbiological examination grew haemolytic streptococcus and she was started on erythromycin, being allergic to penicillin; treatment was later changed to teicoplanin. On admission to our unit after 14 days she was treated with 
